Investigations: Hamoglobin 9 0 g/100 ml, peripheral blood film showed some hypochromia. Serum iron 16 ,ug/100 ml; iron binding capacity 243 Cug/100 ml. Reduced iron stores in bone marrow. Total white count and differential normal. ESR initially 100-140 mm in 1 hour (Westergren).
Protein strip showed low albumin, raised al and a2 globulins but no paraprotein. Liver function tests normal apart from temporary elevation of alkaline phosphatase and 5'-nucleotidase. Prothrombin time persistently prolonged (20 seconds, control 14 seconds) even after vitamin K1. Liver biopsy normal.
Culture of blood, urine, sputum, and biopsy material consistently negative (including tubercle bacilli).
Extensive antibody studies in search for infection, autoimmune or collagen disease revealed nothing diagnostic.
Barium follow-through, enema, cholecystogram and intravenous pyelogram all normal. Chest films showed increase in heart size, aortic dilatation, transient small left pleural effusion. Pericardial effusion detected by echocardiogram. Diagnostic tap yielded sterile fluid without malignant cells.
Ultimately temporal artery biopsy revealed giant cells and fragmentation of elastica diagnostic of giant-cell arteritis. Treatment: Prednisolone 80 mg/day initially. ESR fell from 75 to 15 mm in 1 hour in six days.
Seven weeks after starting prednisolone, a repeat echocardiogram showed virtually no pericardial fluid; reducing dose below 15 mg/day was followed by reaccumulation of fluid and rise in ESR, necessitating increased dosage again.
Recent progress satisfactory.
Comment
Aortic and coronary artery involvement are well described in giant-cell arteritis, but pericardial effusion is a very unusual feature. Hamilton et al.
(1971) mention it but do not refer to any documented cases, and we have been unable to find any reported examples. Although not susceptible of proof it seems likely that the pericardial effusion in this case is a feature of the giant-cell arteritis, since detailed investigation revealed no other known cause and we have evidence that the effusion resolved following steroid therapy. Diagnosis was delayed in this patient because of the unusual presentation; headache was not a prominent symptom and the temporal arteries were clinically normal. None of these factors by themselves should delay the taking of a temporal artery biopsy in a patient with anmemia, fever and a high ESR. At operation: The presence of extensive Crohn's disease was confirmed, affecting both terminal ileum and the pelvic colon. An exclusion ileotransverse colostomy was done together with a defunctioning colostomy proximal to the involved pelvic colon. The postoperative course was complicated by the development of peritonitis which required laparotomy and drainage. Recovery after this was slow but uneventful; a long course of antibiotics was given because of the abdominal infection.
His condition deteriorated about one year later, and in April 1970 there was evidence of progressive disease in the small intestine and distal colon. Treatment with azathioprine was started, 100 mg b.d. The dose was reduced to 50 mg b.d. after ten days and he was maintained on this dosage for 6 months, during which his condition improved although the radiological appearances of the bowel remained unchanged. There were no febrile episodes during this period.
In January 1971 he was readmitted with severe diarrhoea, fever, recent weight loss and pain in the upper abdomen and right shoulder. At first his symptoms were attributed to the Crohn's disease, but it became clear after further investigation that there was a right subdiaphragmatic abscess. At operation (JIB), a large right subphrenic abscess was drained through the bed of the 12th rib, 400 ml of pus being removed. After the draining of the abscess his condition improved at once. The fever and abdominal pain disappeared and his diarrhoea markedly lessened. The abscess cavity gradually contracted and he was discharged from hospital six weeks after the drainage procedure. His general condition has remained satisfactory subsequently.
The involvement of both small and large intestines by Crohn's disease gave this patient a poor prognosis, with the expectation that the disease would take a rapid course (de Dombal et al. 1971) . Treatment with azathioprine was started according to the regime suggested by Brooke et al. (1969) , because of the deterioration in his condition despite exclusion surgery. Although there was no dramatic response, the deterioration in his condition was halted during the 6 months that he was on the drug.
Diagnosis of the subphrenic abscess was difficult. The recurring fever was attributed at first to a recrudescence of Crohn's disease, and the pain in his right shoulder was thought to be due to an exacerbation of chronic polyarthritis, present since the onset of his illness. Various authors have emphasized the occasional chronicity of subphrenic abscesses and have speculated that the course is often modified by antibiotics (Gerwig & Blades 1956 , Moller 1967 , Hardy 1967 , Rosenberg 1970 . The interval between our patient's original laparotomy and the appearance of the subphrenic abscess was two years.
After drainage of the abscess the patient's condition improved rapidly. Six months later he remains in good health and the Crohn's disease is quiescent.
Mr Ian Burn said that although it was too early to evaluate the role of azathioprine in treatment of Crohn's disease, preliminary reports had been encouraging (Brooke B N, Jayett S L & Davison D W, 1970, Lancet ii, 1050). It was possible, however, that prolonged use of such immunosuppressive agents could lower resistance to pyogenic infection. This might have been a factor in the development of the subphrenic abscess in this patient.
The following cases were also presented: 
Multiple Neuropathies Occurring in Coma

